(I.M.G., March 1954, Vol. LXXXIX. Page 200) questioning the findings and interpretations of their original paper (I.M.G., Oct. 1953, Vol. LXXXVIII, Page 527) are remaining unanswered. I am afraid their last letter has clouded these issues further.
GROUP A Although a few more details about this solitary and very controversial case have been given, these are too insufficient to explain away their previous statement that this patient developed uraemia on the fourth day and expired on the same day. They have very unjustifiably concluded that there could be one and only one cause of death in this paticular case. i.e. uraemia. Two alternatives have been mentioned by them viz. dehydration and circulatory collapse, which, however, they think are not the contributory causes. What about other equally common and Avell-known factors lead to a sudden-fatal termination in cholera where massive saline transfusions have necessarily to be given ? What about pulmonary embolism, oedema of lungs and hypopotassaemia to mention only a few ? All of these important causes, might be associated with azotaemia as well. Besides the above clinical features, a sudden death in cholera might be suggested by the acute pathological changes that have been found to occur in the adrenal cortex and pituitary (Chatterjee, H. N? Cal. Med. Jour.. 1939, Vol. 36, P. 165-178) as well as by the acute capillary failure in some (but not all) of the internal organs (Chatterjee, H. N., Jour. Ind. Med. Assocn., 1939, Vol. VIII, P. 449-454; Trans. Roy. Soc. Trop. Med. and Hyg., 1947, Vol. 40, P. 906-908). I do not quite follow why the four authors have completely ignored the above important causes.
May I therefore suggest that in justice to their own original paper, this solitary and extremely controversial case, whose clinical history has raised grave doubts and whose diagnosis is unconfirmed by any post mortem data, should be rather omitted from the purview. On the other hand according to their own figures consisting of 24 remaining cases of this group, there has not been a single other case of uraemia after following the particular line of treatment introduced by the undersigned. Consequently, is not one justified in thinking that the results ore very encouraging ?
The few further details given about this group arc welcome, but I am afraid that, these do not clarify the situation in the least. One of the peak periods of the 1953 Epidemic was the month of May, yet only 2 out of 25 cases died?a figure rather Utopian and quite out of keeping with the overall severe mortality rate of cholera in Calcutta of the period. In the complete absence of any data regarding the culture of stools and other clinical features, how can one prove that these were all cases due to comma vibrio infection and not other severe varieties of acute bowel infections ? Besides this, one hardly appreciates their daring in bringing ship of data to the harbour of conclusion without the piloting help of a statistician, in total disregard of the risks thereof.
GROUP B
I am indeed thankful to the authors for their admission in their letter that Group B has given them no conclusion, although from the context and the general get up of their original paper one would have been very liable to be misled. Here at least they have agreed with me in that only one case is insufficient for drawing a conclusion.
GROUP C
It is depressing to note that the authors are persistent in poohpoohing the importance of stool culture in an infective bowel disease such as cholera. No physician in the tropics will be gullible enough to believe that every case of severe diarrhoea and vomitting occuring during the summer months in a case of cholera when intermittent rainy weather and nor'wester storms are common phenomena especially when the hygienic conditions of food and water are none too good owing to the influx of refugees. Also this period happens to coincide with the season of the ripening of fruits and the coming of the Hilsa fish. One has got to be on guard against food poisoning, food allergy and infections from staphylococci^. Salmonella, Shigella and even the coliform organisms. If the above list is not big enough there is the uncharted ocean of acute enteritis caused by viruses infections?both as primary infection of the bowels as well as secondarily from respiratory organs. In the absence of even the slighest information regarding stool culture of their cases one wonders how many of these cases belonged to the last mentioned groups or their combinations and how many were genuine cases of cholera, especially as there is nothing to corroborate the diagnosis except mere empirical assertion.
A scientific worker also fails to understand the statement of the authors, that they are concerned only with the result of treatment, having neglected both the clinical features and the examination of stools.
Although one might repeatedly point out the gross inconsistencies of their original paper and the glaring fallacies in their methods of approach and analysis, one inevitably finds their negative conclusion about my line of treatment persistently and pathetically cropping tip like Hydra's head. Yours 
